SUMMARY This is a report of haemoglobin E trait in a black American family with no known Asian ancestory. The father appears to be heterozygous for both haemoglobin E and o-thalassaemia. The mother is normal both clinically and haematologically. Three children carry Hb E trait alone. The youngest son has a normal haemoglobin pattern and appears to have oc-thalassaemia.
India,89 Persia, Qatar,'0 Turkey,"-13 Egypt,'4 and Greece. ' In the family members with Hb E, the percentage of Hb E was somewhat higher in the children than in the father. The father (1.1) had mild anaemia, low MCV, target cells on peripheral smear, and normal Fe and TIBC. The daughter (11.7) also had mild anaemia, a low normal MCV, and normal Fe and TIBC, while the two affected sons (11.3, 11.6) were not anaemic and had low normal MCV. One son (11.8) who did not have Hb E had mild anaemia and microcytosis with normal haemoglobin A2 and F, and normal Fe and TIBC. Another daughter (II.4) has mild anaemia with low normal MCV and normal Fe and TIBC. A son (II.5) and the mother (1.2) were haematologically normal.
Discussion
While Hb E is known to have a high gene frequency in south-east Asia and adjacent areas, published reports of Hb E in blacks are very scarce. The possibility of Asian ancestory to explain the occurence of Hb E trait in this family was considered, but the family is not aware of it, and there is nothing about their appearance to suggest it. It was reported by Chernoff et a124 that in the heterozygous state the production of Hb E seems to proceed at a rate somewhat lower than Hb A. As a result, the distribution of the two haemoglobins in the red cells is usually approximately 60 % Hb A and 40 % Hb E. Such subjects are usually asymptomatic. However, subjects homozygous for Hb E have a mild anaemia characterised by microcytosis and target cells.
It is known that the interaction of a-thalassaemia with abnormalities of Hb E results in suppression of the abnormal Hb.25 The father's Hb E was only 24 %, which is at the lower extreme for Hb E trait. This, together with otherwise unexplained microcytosis, hypochromia, and the presence of target cells, suggests that the father may well be a double heterozygote for both Hb E and oc-thalassaemia genes. The three children who have Hb E trait but no microcytosis had higher Hb E (32 to 36%) than their father. The three children with Hb E trait showed no stigmata of thalassaemia, while the youngest son (11.8) has a normal Hb pattern but very likely has o-thalassaemia on the basis of anaemia, microcytosis, normal A2 and fetal Hb, and normal Fe and TIBC. Because the mother is clinically and haematologically normal, it could be assumed that the father and youngest son do indeed have oc-thalassaemia.
